Sex linked recessive deafness is a rare cause of male genetic deafness, estimated to account for 6-2% of male genetic deafness in 1966. A male excess was found in the deaf population of Ireland in 1851. Reevaluation of this survey of 1851 confinns sex linked deafness as a factor in the disproportionate number of deaf males and suggests that 5% of congenital male deafness was the result of sex linked recessive deafness. This study confirms that a small but constant proportion of male deafness is the result of sex linked recessive deafness. The figure derived is used to calculate an empirical risk for carrier status in female sibs of isolated cases of male deafness.
ing the largest survey of deafness which has been undertaken in Ireland.3 Among his observations he remarked that "in accordance with one of those immutable laws which appear to govern mankind in all countries, more males are born than females: but, as in the first years of life, more boys die than girls, the sexes soon become equalised and subsequently there is, in every population, an excess of women over men. Yet the proportion of male deaf mutes exceeds the female considerably but it differs somewhat in the two great classes of congenital and acquired deafness". Wilde was at a loss to explain his observation fully (tables 1 and 2). However, deafness confined to males only in a family and obeying a pattern of sex linked inheritance has been reported this century. A wide geographical and racial spread of this condition is confirmed by reports from the USA,4 Australia, 6 Belgium,7 Norway, 8 Italy,9 South Africa,'0 and Great Britain." Sex linked deafness is, however, a rare condition and its exact prevalence is uncertain. 
Methods
To calculate the contribution of sex linked deafness to this survey three groups must be considered.
(1) Sibships with multiple affected deaf boys, who have inherited their deafness from a normally hearing, heterozygous mother.
(2) Sibships with one deaf boy only, who has inherited his deafness from a normally hearing, heterozygous mother. In re-evaluating Wilde's survey, deaf males were excluded from sibships wherein two brothers only were deaf. There were 97 such sibships, accounting for 194 cases of male deafness. Hence the percentage of congenital male deafness accounted for by sex linked deafness genes is 87 cases in 1711 cases of male deafness . This represents 5 08%.
The practical application of knowing that approximately 5% of male genetic deafness is sex linked is that it enables an empirical risk figure for sex linked deafness to be calculated for genetic The concordance of figures between this study and those discussed above 2 19 suggests a small but constant proportion of male deafness is determined by sex linked recessive genes. A reminder of sex linkage as a cause of deafness is especially relevant to current attempts to map the gene or genes responsible for non-syndromic sex linked deafness. 22 23 Wilde's work also emphasises the medical and social changes with regard to deafness that the last 150 years have brought. First among these is that he identified only 400 deaf patients whose deafness was postnatally acquired. This reflects the very high mortality of meningitis and other ototoxic infectious illnesses prevalent in the 1850s. The increased social integration of deaf people into the community means that nowadays many deaf people have families, which was very exceptional in 1850. It may be argued that the figures derived above come from a group labelled congenitally deaf and so include cases whose deafness was the result of prenatal infection. This is indeed true, but the calculations are important in that they bear statistical proof that sex linked recessive deafness is an entity in the Irish population and that they allow an empirical risk figure to be derived which may be of practical value to geneticists. A recent appeal by the author to appropriate colleagues in Ireland failed to identify any cases of sex linked deafness. This must represent a failure to take a family history by clinicians or else an inability to evaluate the family history. In either case appropriate counselling of patients as to the genetic implications of their handicap for their offspring cannot be imparted. Perhaps we should remember the importance of being earnest, particularly in taking the family history.
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